London THE object of this study was to investigate the mechanisms of post-anoxic cerebral damage in dogs and to compare the neuropathological changes in the treated and untreated animals. It was hoped in this way to substantiate the hypothesis that late anoxic cerebral damage was due in part at least to cedema, particularly in the white matter, which might respond to dehydration therapy.
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In our early experiments attempts were made to demonstrate the acute phase of cedema by examining the brains of animals sacrificed two hours after a severe anoxic episode. Thus brains were perfused immediately after death with 0 S % trypan blue. Broman (1950, Actapsychiat., Kbh., 25, 19) has shown that trypan blue given intravenously does not transgress the blood-brain barrier unless there has been damage to the capillary walls; this effect has been found to persist up to two hours after death. In our experiments the existence of capillary damage was confirmed, in that staining was usually demonstrated in areas where there was later proved to be obvious histological change. However, we found that this method lacked sufficient precision. In addition, in these acute phase experiments, direct estimations of fluid and electrolyte content of grey and white matter were made by removing a core of brain tissue through a trephine hole immediately after death. While the results tended to confirm the presence of cedema, they were far from clear cut, probably owing to the small amount of tissue available.
The main series of experiments was designed to investigate the neuropathological changes fourteen days after the anoxic insult; by this time the clinical condition was static and histological changes could be expected in the brain. The results presented were obtained from examination of brains removed within two hours of death and fixed in 10 % formol saline for a minimum period of ten days. They were then sectioned coronally at centimetre intervals. No abnormalities were seen macroscopically other than slight or moderate congestion, except in animals 30 and 51 where there was cortical softening: these 2 cases showed the most severe micro-, scopical damage. Paraffin blocks and frozen sections were then prepared and selected sections were stained by conventional methods.
The most frequently affected sites of maximal damage1 were the central grey matter (thalamus, globus pallidus, corpus luysi and substantia. nigra) and the cerebral cortex, the hippocampus being particularly affected, though severe cortical damage, when it occurred, tended to be widespread and included the calcarine cortex. In the cerebellar cortex, Purkinje cell loss was often found and the dentate and inferior olivary nuclei not infrequently showed damage. In assessing the type and severity of histological changes such factors as frank necrosis, nerve cell destruction, axon and myelin sheath damage, glial reaction and capillary proliferation were considered. A system of grading was used in which 4 pluses signified the most severe lesions. The histological assessment was made quite independently of the "clinical" assessment. (Table I.) "Slides were shown to illustrate these changes. Proceedings of the Royal Society of Medicine
The column "clinical assessment" is derived from the "points system" chart shown by Dr. Argent (Fig. 1, p. 682) , in which the most severely affected animals were given low scores whereas in Table I 
